ample grey zone between the extremes of the scale where the frontier between being virulent or not is 23 more fuzzy. This is the territory of the so-called opportunistic pathogens -commensals by default that The frequent textbook view of opportunistic virulence is that practically all microbes with ecological 28 compatibility with a given host (for instance able to grow at body temperature) have the potential to 29 become pathogens. The immune system would thus be the only barrier for them not to deploy a 30 hostile behaviour (Fauci and Morens, 2012) . This would account for why otherwise inoffensive 31 microorganisms that reside in diverse body niches may become pathogenic in immune-compromised 32 2 or otherwise stressed individuals. Also, some pathogenic species that are trapped within a complex 1 net of interactions within a commensal consortium can take over upon e.g. antibiotic treatment. But 2 this common wisdom has some pitfalls. For instance, we co-exist intimately with Archaea (Cavicchioli, 3 2011) but they seem to be innocuous to us. They are found as a major component of our normal 4 microbial flora, being present in typical locations e.g. the gut and dental plaque. But despite our 5 closeness to them and ample evolutionary opportunities, there is no conclusive evidence that Archaea have been proposed, some of them related to our biochemical incompatibility with them (Sadhukhan 8 and Raghunathan, 2014), an issue that I will return to later. First, the origin and previous lives of the strains under study made little difference as a predictor of 9 how they would do in the next infection rounds. Some strains isolated from badly damaged patients 10 did poorly in the standardized virulence tests, while others from the environment and unlikely to have 11 been recently infecting any eukaryotic target, turned out to be quite aggressive in the same assays.
12
The second revelation of Hilker et al. (2015) was that the degree of virulence among strains varied 13 enormously depending on the test system. This indicated that the constellation of traits that made P. 14 aeruginosa to be a pathogen for one host might be irrelevant for another. But the most striking result of 15 this work was that the genome of the strain that more consistently qualified as virulent in all assays 16 (the clone called F469) lacked any of the genes that would normally be expected in a pathogen.
18
The take home lesson of this work is that there is more to virulence than the possession or not of a 
